SUMMARY Aneursymal subarachnoid haemorrhage is frequently complicated by non-haemorrhagic deterioration. HLA typing was studied in a group of 40 patients who had sustained an aneurysmal subarachnoid haemorrhage in order to assess its ability to identify those who are likely to experience non-haemorrhagic deterioration. The antigen HLA-B7 appeared to be associated with an increased likelihood of this event supervening. Conversely, the antigen HLA-DR3, seemed to exert a ''protective" influence.
SUMMARY Aneursymal subarachnoid haemorrhage is frequently complicated by non-haemorrhagic deterioration. HLA typing was studied in a group of 40 patients who had sustained an aneurysmal subarachnoid haemorrhage in order to assess its ability to identify those who are likely to experience non-haemorrhagic deterioration. The antigen HLA-B7 appeared to be associated with an increased likelihood of this event supervening. Conversely, the antigen HLA-DR3, seemed to exert a ''protective" influence. 
Methods
A ruptured intracranial aneurysm was confirmed by angiography as the source of haemorrhage in 38 of the 40 patients. In two patients the distribution of haematoma on CT suggested an aneurysmal source.5 Non-haemorrhagic deterioration was defined as the onset of confusion or sustained focal neurological deficit, provided that CT excluded hydrocephalus or recurrent haemorrhage. 6 The severity of arterial spasm seen on angiograms and the amount of subarachnoid blood on the admission CT scan were graded.' HLA and typing for Class I and Class II specificities was determined from venous blood samples obtained on admission, using standard techniques. '2 Healthy subjects served as a control group for HLA-A, -B and -DR frequencies.
Results
The study population (mean age 44 years, SD, 13 8) consisted of 28 females and 12 males. The ruptured aneurysm was at the anterior communicating artery in 17 patients (42 5%), the middle cerebral artery in I1 (17-5%), the posterior communicating artery in six (15 0%), the vertebrobasilar system in four (10%), the pericallosal artery (one patient) and at the internal carotid artery bifurcation (one patient). HLA antigens and non-haemorrhagic deterioration following aneurysmal subarachnoid haemorrhage? Discussion Despite the use of calcium antagonists9 the incidence of NHD after aneurysmal SAH (20%) remains disturbingly high and there is no reliable means of identifying patients at risk. Our results raise the possibility that certain HLA antigens may be implicated in the pathogenesis of NHD. It is known that Class I antigens (HLA-A, -B and -C) are present in the brain capillaries and Class II (HLA-DR) antigens in the endothelium of the carotid artery.'°" An immune response at these sites, triggered by SAH in a patient who is a "high responder" may contribute to the pathogenesis of NHD following aneurysmal SAH. Although it would be premature to claim that HLA-B7 is a valuable predictor of NHD following aneurysmal SAH, we believe our findings warrant further investigation.
